uncover early response targets of Ngn2 in the young neural tube.
First analysis of transcriptomic data will be presented. The Prdm1/Blimp1 protein acts as a transcriptional repressor by recruiting co-repressors leading to direct repression and indirect activation of gene expression. Prdm1 is dynamically expressed during development and, strikingly, has been shown to control specific differentiation programs in each of the different domains studied to date.
During heart formation, Prdm1 is expressed in the second heart field (SHF) that will contribute to the outflow tract (OFT) formation. In this context, Prdm1 is also expressed in the adjacent endoderm where it is required to support the growth of the mesenchymal cells of the branchial arches 2-6. As a result, Prdm1
mutant embryos display heart septation defects. In order to analyse a cell-autonomous function in the SHF, we carried out a conditional deletion of Prdm1 using two Cre lines: MesP1Cre (early cardiac mesoderm) and Mef2cCre (anterior heart field). Mesp1Cre conditional mutants die at birth and display defects in structures of the distal OFT, derived from the SHF: uneven semilunar valves, misalignment of the great arteries and aortic arch defects. show that in the mouse the transcriptional repressor Tbx3, a member of the T-box protein family, is required for the transition from a hepatic diverticulum with a pseudo-stratified epithelium to a cell-emergent liver bud. In Tbx3-deficient embryos, proliferation in the hepatic epithelium is severely reduced, hepatoblasts fail to delaminate, and cholangiocyte rather than hepatocyte differentiation occurs. Molecular analyses suggest that the primary function of Tbx3 is to maintain expression of hepatocyte transcription factors, including hepatic nuclear factor 4a (Hnf4a) and CCAAT/enhancer binding protein (C/EBP), alpha (Cebpa), and to repress expression of cholangiocyte transcription factors such as Onecut1 (Hnf6) 
